Supplemental Figures
Scatter plots measuring the time spent in the first mitosis (as judged by cell rounding) and the second interphase (mitosis to mitosis) for p38α-null clone 1. Note that while AZ3146 accelerates the first mitosis and delays the second interphase, loss of p38α function has no obvious additional affect. Lines represent the mean ± SD from one representative experiment. (E) Quantitation of mitotic errors and time spent in mitosis (nuclear-envelope breakdown to anaphase onset) following simultaneous exposure to GSK923295 and AZ3146. Bars show mean ± SEM and scatterplots shows mean ± SD from three independent experiments, except for AZ3146 alone which was analysed only twice, measuring between 29 and 121 cells per condition. Dotted line represents 90 minutes. (F) Heat maps, (G) line graph and (H) colony formation assay of parental and p38α-null cells simultaneously exposed to GSK923295 and AZ3146. In (F) apoptosis is measured at 72 hours, in (E, G and H) concentrations of GSK923295 and AZ3146 are 100nM and 0.5µM respectively. In (G) values show mean ± SD from two technical replicates. In (H) both colony number and area are quantitated in three independent experiments, relative to untreated controls. * p < 0.05. Values show mean ± SD derived from three technical replicates and is representative of three independent experiments. Note that while the MDM2 inhibitor Nutlin-3 suppresses proliferation of parental and GFPp53 cells, it has no effect on p53 mutant cells, indicating that the GFP-p53 fusion is functional. Note also that Figure (18)t(17;18), is consistent with previously reported HCT116 karyotypes. The karyotype from clone 5A, which was generated in the continuous presence of the p38 inhibitor SB203580, is trisomic for 8 and 19 but, in contrast to the example shown in Figure 7D 
